Introduction
Neuropathic pain (NP) causes several clinical symptoms, including hyperalgesia, spontaneous pain, and allodynia [1] . The clinical application of conventional therapies for NP management reduces pain levels by only 60% [2] . The pathogenesis of NP involves changes to the cell cycle, and its inhibition in spinal cord injury has been shown to decrease the occurrence of neuropathic pain [3] . Several pathways are involved in the control of the cell cycle, including the PI3K/Akt/mTOR pathway [4] . In this process, the mTOR and Akt proteins are activated by the formation of triphosphoinositide from diphosphoinositide by PI3K [5] , the mTOR protein controls cell proliferation, and Akt regulates cell survival [6] . The involvement of inflammatory cytokines in the pathogenesis of NP has been well documented; the concentration of proinflammatory mediators is enhanced under the conditions of NP and neuroinflammation [7] . TLR-4 plays a role in the development of NP by stimulating cytokine production and stimulating NF-κB expression, linking immunity and inflammation [8] .
MicroRNAs (miRs) are small, non-coding
RNAs that have recently been discovered to play a major role as regulators of the development and progression of neuronal damage [9] .
Several clinical and preclinical studies have suggested that miR expression is altered in injured neuronal tissues due to changes in the blood flow [10] . miR expression is considered to be a marker of acute ischemic stroke [11] ; a recent study used miR-1906 to attenuate cerebral stroke [12] . However, the role of miR-1906 in the development of neuroinflammation and NP remains unclear. Therefore, in this study, we explored the role of miR-1906 in NP. NP was induced by chronic constriction injury (CCI)m as described in a previous study [13] . Briefly, all animals were anaesthetised and an incision was made in the left limb to expose the sciatic nerve. Chromic gut sutures were used to ligate the nerve in three places and silk sutures were used to stitch the muscle. Determination of mechanical and thermal hyperalgesia
Material and Methods

Animals
The Hargreaves method was used to determine thermal hyperalgesia [14] . In this procedure, (Table 1) were mixed with RT-2 SYBR green master mix It has been well documented that the sensitivity of nociceptive terminals can be stimulated by inflammation mediators [15] . Several cytokines play a role in the pathogenesis of NP, including TNF-α and interlukines 1 β; these have been reported in a previous CCl animal model [16] . Drugs used in the management of NP reduce hyperalgesia responses by reducing interlukine levels [17] .
Antagonists of the IL-1 receptor have shown sufficient potency to manage hyperalgesia. 
